In recent studies from Sweden an increased prevalence of HLA-B27 associated diseases and of HLA-B27 was found in an unselected group of men with permanently implanted pacemakers and with a heart block. Furthermore, a significantly increased prevalence of HLA-B27 was found in men with a pacemaker who had no clinical or radiological signs of HLA-B27 associated disease. To obtain more insight into the association between HLA-B27 and heart block, and the possible role of HLA-B27 in causing this block, a study was made of 35 patients with a pacemaker and heart block of unknown cause, selected from a total group of 350 men with pacemakers who were still alive at the time of the study. One of these 35 men had ankylosing spondylitis and two patients had an asymptomatic sacroiliitis, but all three were HLA-B27 negative. HLA-B27 was present in five (14%) patients, which is a significantly higher prevalence than in healthy controls (17/292, 6%). This percentage is equal to the percentage of HLA-B27 positivity found in the Swedish study on unselected men with an implanted pacemaker, in whom the presence of an HLA-B27 associated disease had been excluded. It suggests that factors other than HLA-B27 are important in the pathogenesis of heart block in most patients.
Abstract
In recent studies from Sweden an increased prevalence of HLA-B27 associated diseases and of HLA-B27 was found in an unselected group of men with permanently implanted pacemakers and with a heart block. Furthermore, a significantly increased prevalence of HLA-B27 was found in men with a pacemaker who had no clinical or radiological signs of HLA-B27 associated disease. To obtain more insight into the association between HLA-B27 and heart block, and the possible role of HLA-B27 in causing this block, a study was made of 35 patients with a pacemaker and heart block of unknown cause, selected from a total group of 350 men with pacemakers who were still alive at the time of the study. One of these 35 men had ankylosing spondylitis and two patients had an asymptomatic sacroiliitis, but all three were HLA-B27 negative. HLA-B27 was present in five (14%) patients, which is a significantly higher prevalence than in healthy controls (17/292, 6%). This percentage is equal to the percentage of HLA-B27 positivity found in the Swedish study on unselected men with an implanted pacemaker, in whom the presence of an HLA-B27 associated disease had been excluded. It suggests that factors other than HLA-B27 are important in the pathogenesis of heart block in most patients. In ankylosing spondylitis a high prevalence of the genetic marker HLA-B27 is found. Although in recent years much more has become known about the function of HLA molecules in the immune response, the role of HLA-B27 in the pathogenesis of ankylosing spondylitis remains elusive." An increased prevalence of HLA-B27 is also found in patients with diseases that are often associated with ankylosing spondylitis, but without further signs of ankylosing spondylitis, such as sacroihitis, seronegative arthritis, and acute anterior uveitis.' The prevalence of HLA-B27 and associated diseases was studied in patients with aortic regurgitation. Although several authors found an increased prevalence of ankylosing spondylitis and other spondylarthropathies, HLA-B27 was not increased in the patients without spondylarthropathies. [12] [13] [14] [15] In a Swedish group of 223 men who had permanently implanted pacemakers 15 (7%) fulfilled the diagnostic criteria for ankylosing spondylitis,'6 while HLA-B27 was present in 11 of 13 (85%) of these patients tested for HLA-B27.'7 In a later study of this Swedish group HLA-B27 was found in 14 The number of patients in our study was small, but these patients were selected from a considerable number (350) of men with pacemakers followed up at a large university hospital. In our group we found only one patient with a spondylarthropathy, which is no higher than expected in a group of 35 randomly selected subjects. When our studies and those of Bergfeldt et al are combined it becomes apparent that the prevalence of HLA-B27 is doubled in men treated with pacemakers who have conduction disturbance but are without other signs or symptoms of an HLA-B27 associated disease. From these findings it can be argued that the presence of HLA-B27 in men is associated with conduction disturbances. Despite increasing understanding of the HLA system and immunopathology in patients with ankylosing spondylitis, the exogeneous factor that causes the disease remains unknown. Therefore, speculation about such a factor in patients with heart block may be premature. It is remarkable that in patients with a heart block of unknown origin the prevalence ofHLA-B27 is significantly increased compared with controls and is about the same as the prevalence in a unselected group of patients with heart block. So, in contrast with its tentative role as a cause of ankylosing spondylitis, HLA-B27 may be of less importance than other as yet unknown factors in causing a heart block. Further research should be done to gain further insight into the role of HLA-B27, other genetic markers, and exogenous factors in conduction disturbances.
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